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Erratum
A permissive function of
phosphoinositide 3-kinase in Ras
activation mediated by inhibition of
GTPase-activating proteins
Ignacio Rubio and Reinhard Wetzker
Current Biology 2000, Vol 10 No 19:1225-1228
In this Brief Communication, which appeared in the
5 October 2000 issue of Current Biology, there was an error
in Figure 2b. In the top left-hand panel, ‘45 sec 100 M
ATP’ should read ‘45 sec 100 µM ATP’. The figure is cor-
rectly reprinted below. 
Figure 2
Pharmacological characterisation of constitutive and agonist-induced
Ras–GTP accumulation. (a) Sensitivity to inhibitors of Ras–GTP
formation in resting U937 cells. Serum-starved U937 cells were
treated for 10 min with the indicated inhibitors and subjected to a RBD
pullout assay. The panel includes a control stimulation with 10% FCS
for 1 min. (b) Inhibitor sensitivity of agonist-induced Ras activation.
Serum-starved cells were treated for 10 min with different inhibitors
and challenged with various agonists or stimuli as indicated. bis.I/IX,
bisindolylmaleimide I/IX.
(b)
(a)
    Current Biology
Ras
45 sec 100 µM ATP
– – + + + + + +
Ras
1.5 min 10 µg/ml insulin
– + + + + + + +
Ras
2 min 100 nM TPA
– + + + + + + + +
Ras Ras
1 min 10% FCS
– + + + + + + + +
– DM
SO
– DM
SO
DM
SO
10
0 
nM
 w
or
tm
an
nin
50
 µM
 LY
29
40
02
10
0 
µM
 ge
nis
tei
n
50
 µM
 P
D9
80
59
10
 µM
 bi
s.I
X
–– DM
SO
10
0 
nM
 w
or
tm
an
nin
50
 µM
 LY
29
40
02
10
0 
µM
 ge
nis
tei
n
50
 µM
 P
D9
80
59
10
 µM
 bi
s.I
10
 µM
 bi
s.I
X
–– DM
SO
10
0 
nM
 w
or
tm
an
nin
50
 µM
 LY
29
40
02
10
0 
µM
 ge
nis
tei
n
50
 µM
 P
D9
80
59
10
 µM
 bi
s.I
10
 µM
 bi
s.I
X
–– 10
0 
nM
 w
or
tm
an
nin
50
 µM
 LY
29
40
02
10
0 
µM
 ge
nis
tei
n
50
 µM
 P
D9
80
59
10
 µM
 bi
s.I
X
10
 µM
 bi
s.I
10
0 
nM
 w
or
tm
an
nin
50
 µM
 LY
29
40
02
10
0 
µM
 ge
nis
tei
n
50
 µM
 P
D9
80
59
10
 µM
 bi
s.I
X
1 
µM
 st
au
ro
sp
or
ine
10
%
 FC
S
0.5
 µM
 io
no
my
cin
Correction
Phosphorylation of the pro-apoptotic
protein BAD on serine 155, a novel site,
contributes to cell survival
K. Virdee, P.A. Parone and A.M. Tolkovsky
Current Biology 2000, Vol 10 No 18:1151–1154
In this Brief Communication, which appeared in the
21 September 2000 issue of Current Biology, an error was
introduced by the authors at the proof stage. In the abstract,
the text read ‘BAD became insensitive to phosphorylation
by PKA only when both Ser112 and 136, or all three serines
(S112/136/155) were mutated to alanine.’, when it should
have read ‘BAD became insensitive to phosphorylation by
PKA only when both Ser112 and 155, or all three serines
(S112/136/155) were mutated to alanine.’.
